The basis for the high incidence of infectious complications in. portal hypertension (PHT) remains unclear. The hypothesis that PHT induces bacterial translocation (BT) 
INTRODUCTION
Sepsis and infections remain the most serious complications of patients with liver cirrhosis and portal hypertension (PHT)1. The incidence of bacteremia in patients with bleeding esophageal varices (portal hypertension and shock) has been reported to be as high flora (Escherichia coli, Proteus mirabilis, Enterobacter, Bacteroides).
Although immunosuppression related to cirrhosis (changes in the reticuloendothelial system of the liver, complement, polymorphonuclear leucocyte and monocyte function impairment) 3 '' has been implicated as a contributing factor, the exact mechanism leading to infection in cirrhosis remains unknown.
Recent data suggest that antimicrobial prophylaxis in cirrhotics with gastrointestinal hemorrhage can reduce the incidence of bacterial infections6. Other studies have shown that selective intestinal decontamination prevents the incidence of spontaneous bacterial peritonitis in cirrhotic patients7.
In the following experiment, the ;hypothesis that portal hypertension (PHT) per se could induce bacterial translocation (BT)--the passage of live bacteria across the intestinal barriermwas tested. In addition, as part of the same experiment, some animals were submitted to hypovolemic shock, a common complication of PHT. The consequences of the combination of shock and portal hypertension on bacterial translocation were analyzed. 
MATERIALS AND METHODS

